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[ Abstract |

1. Department of Internal Medicine-Oncology, Hainan General Hospital ( Hainan Affiliated

Natural killer(NK) cells are innate lymphocytes with strong cytotoxicity and activity. NK cell-
based immunotherapy has achieved significant efficacy in the treatment of hematological tumors, but has achieved lower

efficacy in the treatment of solid malignant tumors. In this paper, the function and phenotype of NK cells, and the research

progress of NK cells in tumor immunotherapy are reviewed.
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